Objective: Non-obstructive azoospermia (NOA), a severe form of male infertility, is often suspected to be linked to currently undefined genetic abnormalities. The objective of the study is to explore the genetic basis of this condition. Methods: We successfully sequenced ~650 infertilityrelated genes in 757 NOA patients and 709 fertile males. We evaluated the contributions of rare variants to the etiology of NOA by identifying individual genes showing nominal associations and testing the genetic burden of a given biological process as a whole. Results: We found a significant excess of rare, non-silent variants in genes that are key epigenetic regulators of spermatogenesis, such as BRWD1, DNMT1, DNMT3B, RNF17, UBR2, USP1 and USP26, in NOA patients (P=5.5×10 −7 ), corresponding to a carrier frequency of 22.5% of patients and 13.7% of controls (P=1.4×10 −5 ). An accumulation of low-frequency variants was also identified in additional epigenetic genes (BRDT and MTHFR). Conclusions: Our study suggested the potential associations of genetic defects in genes that are epigenetic regulators with spermatogenic failure in human and proved the novel concept that some epigenetic regulators might be promising targets for the diagnosis and treatment of male infertility, as well as male contraception. Objective: To reveal the deep venous lesions in the patients who suffered varicocele. Methods: Since the bilateral varicocele patients who had undergone the varicocele surgery often presented a dissatisfactory outcome. Meanwhile, some patients with unilateral varicocele relapsed after the surgery. So, the two kinds of patients were collected in this research. The method to reveal deep venous lesions is direct computed tomography venography (DCTV). Results: The bilateral varicocele patients had a relatively high rate of discovered deep venous anomaly by DCTV. And the relapsed patients received surgery could be found lack of collateral circulation of internal iliac vein and spermatic cord vein.
